15

o)
fou
o

o8

Jor

THIEST A0 28 THE KOREAN JOURNAL OF ORIENTAL MEDICAL PRESCRIPTION 10(2):57~72, 2002

S & e W REVH R 2Ed A FEE
A9 i Corticosterone Bl =2 H%

HEE, g g
ME AR WEHAS SHBUE,

Abstract

Effects of Shihoieokgan-Tang with Other Herbs and
Formulae Pretreatment on the Change of Corticosterone
Induced by Immobilization Stress in Mice

Kim Hyun-Jun, Lee Tae-Hee
Formulae Pharmacology Dept, Oriental Medical school, Kyungwon University
Seong-Nam, Kyunggi-Do, South Korea, 461-701

To investigate the effect of Qi promoting-agents, clearing heat of deficiency
type-agent, clearing heat of excessive type-agent, warming interior part of body-agent
and Shihoieokgan-Tang against the immobilization stress, Cypri Rhizama, Auranti
pericarpium, Aucklandiae Radix and Bupleuri Radix, Soyo-San, Hwangyeonhaedok
-Tang, Geongangbuja-Tang and Shihoieokgan-Tang was administered intragastically 1lhr
prior to immobilizaiton stress and the change of corticosterone level has been

measured by the flurometric method.

The results obtained are as follows:
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1. Qi promoting-agents(Cypri Rhizama, Auranti pericarpium, Aucklandiae Radix and
Bupleuri Radix) showed mildly reducing effect or did not shown the reducing
effect against the elevated coritocostereone level induced by the immobilization
stress in the mice. |

2. Hwangyeonhaedok-Tang, Gungangbuza-Tang, and Soyo-San did not show the
reducing effect against the elevated corticostereone level induced by the
immobilization stress in the mice.

3. Shihoieokgan-San was effective against the elevated corticosterone level induced

‘by the immobililzation stress at 1g/kg, 3g/kg respectively.

Consequently  these data proved that Qi pomoting-agents as single herb(Cypri
Rhizama, Auranti pericarpium, Aucklandiae Radix and Bupleuri Radix), clearing heat
of deficiency type-agent(Soyo-San), warming interior part of the body
(Gungangbuza-Tang), clearing heat of excessive type-agent( Hwangyeonhaedok-Tang)
have no effect to decrease the elevated corticosterone level in mice exposed to the
immobilization stress. Therefore our study revealed that Shihoieokgan-San which has
the effects of herbs and formulae mentioned above decreased the elevated

corticosterone level in mice exposed to the immobilization stress significantly.
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a) HHEREE
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#;8(Coptidis Rhizoma) 9g

% & (Scutellariae Radix) 6g

# #i(Phellodendri Cortex) 6g

#E ¥ (Gardeniae Fructus) 9¢
b) HEMW 5

¥ B (Zingiberis Rhizoma) 7g

Bff F(Aconiti lateralis Preparata Radix) 7g
c) HER

H & (Clycyrrhizae Radix) 15g
‘& ¥ (Angelicae gigantis Radix) 30g
%% (Phellodendri Cortex) 30g
H7 %% (Hoelen) 30g
F JiL.(Atractylodis Mactocephalae Rhizoma) 30g
ZtA(Bupleuri Radix) 30g

d) SERIMEFE
B 57 (pericarpium Citri Reticulatae) 8g
Le#f(Bupleuri Radix) 7.5¢g
77~ &E(Paeoniae Radix) 4.5g
¥ F} B (Moutan Cortex Radicis) 4.5g
B B (Lycii Cortex Radicis) 3g
Mt F(Cyperi Rhizoma) 3g
118 ¥ (Gardeniae Fructus) 3g
& li(Atractylodis Rhizoma) 3g
JI| & (Cnidii Rhizoma) 21g
jHi%%8(Massa Medicata Fermentata) 24g
4 3 ¥ (Pehmanniae Radix) 1.5g
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1% (Forsythiae Fructus) 1.5g
H#E (Clycyrrhizae Radix) 0.9g
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(Fig. 1.).
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Zoe  27.20£9.98ug/dle] I, 1208

dl& 11.23£595ug/dl o] Q1ch(Fig. 2.).
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HFRE RES B8 RAYTLY m +
corticosterone &+ 19.70+4.49ug/dl<]

I, WRTL  5670+623ug/dlo]| Ao}

Normal 15 30

60 (min)

Figure 1. Effect of duration of immobilization stress on the change of

corticosterone level(ug/dl)

Blood was collected right after the expressed stress duration-time
from retro-orbital venous plexus.

** *:significant compared with normal group(p<0.05, 0.01)
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Fig. 2. Immobilization stress effect on the change of corticosterone
level{ug/dl) according to time course after exposure to immobilization
stress(15 minutes)
Blood was collected at 0, 15, 30, 60, 120 minutes after exposure to
immobilization stress(15 minutes) from retro-orbital venous plexus.
**x* *.statistically significant compared with normal group(p<0.05, 0,001)
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Fig.3. Effect of CR on the change of corticosterone level induced by the
immobilization stress.
CR was administered intragastricallylhr prior to
immobilization stress (15 minutes, n=6)

Normal group was treated with no stress.

Control group was administered normal saline.

CR group was administered Cyperi Rhizama(0.5g/kg).

CR group was administered Cyperi Rhizama(1.0g/kg).

*** statistically significant compared with normal group(p<0.001)
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Fig.4. Effect of AP on the change of corticosterone level induced

by the immobilization stress.

AP was administered intragastrically 1hr prior to
immobilization stress(15 minutes, n=6)

Normal group was treated with no stress.

Control group was administered normal saline.
APgroupwasadministeredAuranti Pericarpiumon(1.0g/kg).
APgroupwasadministeredAuranti Rericarpiumon(3.0g/kg).

=%x statistically significant compared with normal group(p<0.001)
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Fig.5. Effect of AR on the change of corticosterone level induced by the
immobilizationstress.
AR was administered intragastrically 1 hr prior to
immobilization stress(15minutes, n=6)

Normal group was treated with no stress.

Control group was administered normal saline.

AR group was administered Helenii Radix(1.0g/kg).
AR group was administered Helenii Radix(3.0g/kg).

*+:statistically significant compared with normal group(p<0.01)
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Fig.6. Effectof BF on the change of corticosterone level
induced by the immobilizationstress.
BF was administered intragastrically 1hrprior to
immobilization stress (15 minutes, n=6)

Normal group was treated with no stress.

Control group was administered normal saline.

BF group was administered Bupleuri Radix(1.0g/kg).

BF group was administered Bupleuri Radix(3.0g/kg).
+*+*.statistically significant compared with normal group(p<0.0001)
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Fig.7. Effect of HH-Ton the change of corticosterone level
induced by the immobilization streés,
HH-T was administered intragastrically 1hr prior to
imobilization stress(15 minutes, n=6)

Normal group was treated with no stress.

Control group was administered normal saline. )

HH-T group was administered Hwangryunhaedog -Tang (1.0g/kg).
HH-T group wasa dministered Hwangryundaedog-Tang (3.0g/kg).
***istatisticaliy significant compared with normal group(p<0.0001)
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Fig.8. Effect of GB-T on the change of corticosterone level induced by
the immobilization stress.
GB-T was administered intragastrically lhr prior to
immobilization stress(15 minutes, n=6).

Normal group was treated with no stress.

Control group was administered normal saline.

GB-T group was administered Kungangbuja-Tang(1.0g/kg)

GB-T group was administered Kungangbuja-Tang(3.0g/kg)
*#*.statistically significant compared with normal group(p<0.0001)
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Fig. 9. Effectof SS-T on the change of corticosterone level.
induced by the immobilization stress.
SS-Twas administered intragastrically 1 hr prior to
immobilizationstress(15minutes,n=6)

Normal group was treated with no stress.
Control group was administered normal saline.
" SS-T group was administered Soyo-San{1.0g/kg)."
SS-T group was administered Soyo-San(3.0g/kg).
x*x.statistically significant compared with normal group(p<0.0001)
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2.03ug/dl2 HxFeo w3t
(p<0.05). 3.0g/kg S & |EE 4313
+335ug/dl2 WZTZRTOE 3A JEg
om FEMS JeE A (Fig. 10.)
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Fig.10 . Effect of SI-T on the change of corticosterone level
induced by the immobilization stress.
SI-T was administered intragastrically 1 hr prior to
immobilizationstress(15minutes,n=6)

Normal group was treated with no stress.

Control group was administered normal saline.

SS-T group was administered Shihoieockgan-Tang(1.0g/kg).

SS-T group was administered Shihoieokgan-Tang(3.0g/kg).
*xx*!gtatistically significant compared with normal group(p<0.0001)
*!statistically significant compared with control group(p<0.005)
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